1965; Mouse News Letter, 1982) . The behavior it self is somewhat nonspecific, since it does not necessarily indicate the anatomical site or patho physiological nature of the neurological condition.
This abnormal locomotor activity can be the ex pression of a genetic disorder manifested at one or more different sites. Not infrequently, the name used to label these neurological mutants is mis leading. "Dystonia musculorum," for example, de scribes a mouse with hypertonic posturing of limbs and writhing movements of the trunk, but mor phologic studies to date suggest it is primarily a dis order of sensory nerves. Kato and his colleagues point out, this latter possi bility is particularly intriguing. As an additional point to their discussion, it can be noted that rolling mouse Nagoya and the tottering mouse mutant are allelic mutations on chromosome 8. Although be havioral and morphological differences exist be tween the two, both animals have a proliferation of noradrenergic terminals in subcortical sites, and both show increased deoxyglucose metabolism in some extrapyramidal circuits (Levitt and Noebels, 1981) . It is now known that drugs that stimulate catecholamine synapses increase deoxyglucose metabolism in extrapyramidal pathways, in associ ation with abnormal movements (Brown and Wolfson, 1978; Wechsler et aI., 1979 
